Hypocholesteremic compounds, triparanol, SKF 525-A, SKF 330 I -A, SKF I 6467-A, inhibited the multiplication of some bacteria and ascomycetes ; phycomycetes were not inhibited. Gram-positive bacteria were most sensitive to these compounds. Dimethyl or diethyl aminoethanol and SKF 2314, compounds resembling the major moieties of the SKF compounds, were not inhibitory alone or together; the whole molecule was necessary for inhibition. Inhibition by triparanol of the multiplication of several Gram-positive bacteria was annulled by albumin and ergosterol; oleic acid and squalene were mostly inactive.
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RESULTS
Earlier work (Aaronson, I 965) with two hypocholesteremic compounds (triparanol, benzmalecene) showed that Gram-positive bacteria were more sensitive than Gramnegative bacteria. Triparanol again inhibited only Gram-positive bacteria (present work) while the SKF compounds (525-A, 330I-A, 16467-A) inhibited Gram-positive and Gram-negative bacteria ; the Gram-positive bacteria were more sensitive to the SKF compounds (Table I ). The bacteria sensitive to the hypocholesteremic compounds varied in sensitivity to the several compounds ( Table 2) . As with triparanol (Aaronson, 1965) several of the SKF compounds inhibited ascomycetes but not phycomycetes (Table 3 ). The inhibitory SKF compounds have aromatic and aliphatic parts (Fig. I ). Neither the aromatic moiety (SKF 2314) nor the aliphatic moiety (dimethyl-or diethyl-aminoethanols or their analogues) inhibited bacterial multiplica- tion at 0-1 M, a concentration at which the other SKF compounds were inhibitory. Discs containing SKF 2314 or diethylaminoethanol added on top of each other or discs soaked in SKF 23 14 + diethylaminoethanol were inactive.
In previous work with a photosynthetic bacterium oleic acid, ergosterol and squalene annulled the inhibition by triparanol (Aaronson, 1964 Bacterial inhibition by hypocholesteremics 275 in preventing the inhibition of multiplication by triparanol as were albumin or ergosterol, while squalene seemed to enhance the inhibition by triparanol (Table 4) . Alone, none of these lipids or albumin was inhibitory at the concentrations used.
DISCUSSION
Gram-positive bacteria are more inhibited by hypocholesteremic compounds than are Gram-negative bacteria (Aaronson, 1965 ; Martin-Smith & Sugrue, 1964; Smith et al. 1963) . The results here with the SKF compounds (Table I ) bear this out. Of the several microbial groups exposed to the SKF compounds, bacteria, ascomycetes, protozoa (Aaronson, 1966) but not phycomycetes were sensitive. These results are like those obtained with triparanol and benzmalecene (Aaronson, I 965) . While the combined aliphatic and aromatic moieties, i.e. SKF 525-A, SKF ~~o I -A , seem necessary for bacterial inhibition (see Table I ), these compounds acted strikingly differently with the eucaryotic phytoflagellate Ochromonas danica (Aaronson, I 966) where the aromatic moiety, i.e. SKF-2314, but not the aliphatic moiety, i.e. diethylaminoethanol, was as inhibitory as SKF-525A. The sensitivity of bacteria to a disc soaked in as little as I mM of the compound and to a variety of hypocholesteremic compounds, i.e. azasteroids (Martin-Smith & Sugrue, 1964; Smith et al. 1963) , triparanol and benzmalecene (Aaronson, 1965) and SKF 525-A, SKF ~~o I -A , and SKF 16467-A, implies that these compounds may offer leads to compounds which inhibit pathogenic bacteria, especially the Gram-positive ones, as well as other pathogens.
Several workers have reported that unsaturated fatty acids (e.g. oleic and linoleic acids) inhibit multiplication of Gram-positive but not Gram-negative,bacteria (Kodicek, 1956; Kodicek & Worden, 1945; McQuillen, 1958) . McQuillen (1958) found that this inhibition was prevented by lecithin, several steroids, and a-tocopherol for Lactobacillus helveticus, while vitamin D2 annulled the inhibition of L. casei by linoleic acid. McQuillen (1958) observed that linoleic acid inhibited the uptake in L. casei of 14C-labelled metabolites such as glutamic acid, lysine, glucose, phenylalanine, adenine and uracil in fixed cellular form (proteins of membranes, etc.) but had far less effect on their uptake into the cellular pools. Vitamin Dz prevented the inhibition by linoleic acid of the uptake of the compounds into fixed form. Like the inhibition by unsaturated fatty acids, the inhibition of Gram-positive bacteria by triparanol was annulled by ergosterol and also by albumin. While earlier workers did not report on albumin (a well-known annuller of the inhibition of mitochondria1 activity by unsaturated fatty acids) it may well be that triparanol (and perhaps other hypocholesteremics) and unsaturated fatty acids inhibit Gram-positive bacteria at the same site, and that these inhibitions are annulled by albumin or steroids. The nature of this site and the reason for the lack of sensitivity of Gram-negative bacteria remain to be determined. It is provocative that steroids annul the inhibition of multiplication by hypocholesteremics in procaryota, which are not supposed to synthesize sterol, while only unsaturated fatty acids annul the inhibition by hypocholesteremics in the eucaryotic Ochromonas, which does synthesize steroids (Aaronson, 1965 (Aaronson, , 1966 . This work was aided by grants from the City University of New York and the National Institutes of Health, Bethesda, Md., U.S.A. (GM 09103).
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